Reflex sympathetic dystrophy
In February this year, Dr J R Srnythies, an American psychiatrist, described the progression of pain in his left wrist in a paper entitled 'A brush with tenosynovitis". In the course of an editorial in the same issue, Basil Helal? referred to Dr Smythies' article and, as an aside, astutely made the diagnosis of reflex sympathetic dystrophy complicating tenosynovitis. The main drift of Dr Smythies' graphic description of the intractable nature ofthe pain and disability in his wrist was to emphasize that his eventual decision to try acupuncture was followed by immediate improvement. Curiously, the diagnosis of reflex sympathetic dystrophy (RSD) was never suggested by his succession of advisers in the United States. Regrettably, this is often the case in the United Kingdom.
Why is the diagnosis of RSD often missed or made too late to allow effective treatment? Part of the problem is semantic: there are dozens ofsynonyms for RSD which cause confusion, but perhaps the main problem is that i~the United Kingdom the condition is almost universally referred to as Sudeck's atrophy. This eponymous label (which is usually incorrectly spelt) is an X-ray diagnosis based upon the finding of a characteristic spotty osteoporosis and, since this is a relatively late complication of RSD, there will often be a delay in making the correct diagnostic assessment. I should quite like to see the label 'Sudeck's atrophy' replaced by the acronym SOS, standing for 'sympathetic overdrive syndrome'. This would at least ensure early recognition and the institution of specific therapy, namely regional sympathetic block. Taking a realistic view, the term 'reflex sympathetic dystrophy' should be used in accordance with the definition in the 'Classification of Chronic Pain'3. Though this definition will not suit all purposes, the inclusion of the word reflex will at least serve to emphasize the reversible nature of the dystrophy provided sympathetic block is instituted at an early enough stage.
How can RSD be recognized at an early stage? There seems to be a critical stage 2-4 weeks after injury during which the patient may report that a new and different type of pain has begun in the affected extremity. The patient may also indicate that there are inappropriate skin colour changes and temperature changes in the extremity, with general stiffness and swelling. All of this may be dismissed by the unsuspecting doctor, especially as the patient will often have a tense, agitated general demeanour. An important early sign of incipient sympathetic dystrophy is pilo-erection over the hairy aspect of the affected limb: pilomotor activity is pathognomonic of heightened regional noradrenergic (sympathetic) activity. In the presence of a cast, the changes in the limb are less easy to interpret; and it is not uncommon for the diagnosis to be delayed until after the cast is removed at 4-6 weeks. It is important to realize that the early signs of neurovascular instability characterize most closely the underlying unknown process which triggers RSD, and that the later gross dystrophic signs are relatively nonspecific complications of this process.
Not all cases with the early signs of sympathetic dystrophy progress to the florid stages of disabling dystrophy, but it is essential to be prepared to interrupt the progression should it threaten. The common mistake made at this juncture is to dismiss the patients' complaints as neurotic, because the patients who are likely to progress to full-blown dystrophy are frequently very anxious and naturally introspective. They may also report the spread of altered sensation and discomfort to a quadrant of the body: for example, incipient RSD in the hand may spread to affect the shoulder and even the ipsilateral side of the face and the upper chest -and it is notable that this progression was observed without further comment by Dr Smythies in his paper.
Is it surprising that Dr Smythies' complaint was alleviated by acupuncture? Since acupuncture can modulate the sympathetic nervous system, the result is not unexpected. Had the supervention ofRSD been recognized as a sequence of the tenosynovitis in Dr Smythies' case, his prolonged period of discomfort and disability could have been cut short by one or more adequate regional sympathetic blocks. The most useful test in aiding early diagnosis ofRSD and monitoring progress after treatment with sympathetic block is radionuclide scanning of the affected extremity and the opposite limb to compare the uptake in the bone. (Some changes are to be expected in the homologous part of the opposite extremity, reflecting the symmetry of the sympathetic outflow.) Basically, though, the problem with the management ofRSD is failure to consider the diagnosis at an early stage when the condition is eminently treatable. Finally, the paradox should be remembered that RSD most frequently complicates a relatively minor injury or is even associated with no apparent injury. 
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